A man of 70, married with three children, was brought to the emergency room after 3 weeks of weakness, dizziness and headache. His only medication was nifedipine for essential hypertension, but for 4 years he had been monitored for thrombocytopenia (platelet counts 70-90610 9 /L). Bone marrow biopsy 3 years earlier had shown hypercellularity with increased red cell precursors and megakaryocytes. Idiopathic thrombocytopenia purpura had been diagnosed, not requiring treatment.
On the present admission the patient's blood pressure was 200/70 mmHg. The Glasgow coma scale was 13. Neurological examination revealed no localizing signs but he had early papilloedema. Intravenous nitroglycerine was given to control the hypertension. CT showed a large subdural haematoma compressing the right ventricle, with a small amount of fresh haemorrhage. The platelet count was now 5610 9 /L. Additional investigations for the cause of thrombocytopenia included vitamin B12, folic acid, iron and ferritin, antinuclear antibody, complement C3 and C4, and viral serology (Epstein-Barr, cytomegalovirus, hepatitis B and C); all these gave normal results, but the patient was found to have an isolated deficiency of factor VII (15% of normal). Bone marrow biopsy revealed hypercellularity with a large number of megakaryocytes. The patient was treated with intravenous immunoglobulin (total 1 g/kg) and hydrocortisone and received a platelet transfusion. The platelet count increased transiently to 100610 9 /L but fell to 20610 9 /L a few days after cessation of immunoglobulin therapy.
Three days later a new left-sided hemiparesis developed. Repeat CT showed no enlargement of his subdural haematoma or fresh bleeding. Urgent splenectomy to control the thrombocytopenia was followed by craniotomy and drainage of the subdural haematoma. Postoperatively the platelet count rose to normal (250610 9 /L) and the neurological signs disappeared. At discharge we received the patient's ELISA result which was positive for HIV infection, confirmed by Western blot analysis. The viral load was high (980 000 copies/mL) and the CD4 count low (250/mL). Antiretroviral therapy (zidovudine, lamivudine, nevirapine) was started, and a year later the patient was free from thrombocytopenia or AIDS-defining illness.
COMMENT
Although thrombocytopenia is a common and important haematological manifestation of HIV infection, 2 the advanced age of our patient made this diagnosis initially seem unlikely. The patient was treated with high-dose steroids and immunoglobulins and had two major surgical procedures before the correct diagnosis was made. There has been a previous case report of pancytopenia as the presenting feature of HIV infection in advanced age by Boudes et al. 3 but thrombocytopenia as the initial manifestation is very unusual. Such thromboctyopenia may manifest clinically with petechiae, ecchymoses, epistaxis, and bleeding from the gums and gastrointestinal tract, but intracranial bleeding is rare, even when the platelet count is very low; in the present case the factor VII deficiency probably contributed.
There is a misconception on the part of both patients and doctors that the elderly are not at risk for HIV-infection. Before this diagnosis is thought of they have often been investigated and treated for conditions such as cerebrovascular disease, Alzheimer's disease, bacterial pneumonia, malnutrition or occult malignancy. 4 Median lifespan is 9 months compared with 22 months in the young. 5 
